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Relationship between obesity indexes and abnormal glycolipid.metabolism in patients with polycystic ovary syndrome ZHANG
Hongyang, HOU Lihui, LI Yan, et al. Heilongjiang University of Traditional Chinese Medicine, Harbin 150040, China

[ Abstract ] Objective To investigate the relationship,/between obesity indexes and abnormal glycolipid metabolism in
patients with polycystic ovary syndrome (PCOS). Methods~ Three hundred and twenty one patients with PCOS were enrolled in
the study. The obesity indexes, including body~mass index (BMI), waist circumference (WC), waist-hip ratio(WHR) and
waist—height ratio (WHtR) were measured. The blood triglyceride (TG), total cholesterol(TC), high density lipoprotein cholesterol
(HDL-C), low density lipoprotein cholesterol (LDL-C), apolipoprotein A1 (ApoA1), apolipoprotein B (ApoB), fasting plasma
glucose (FPG), fasting insulin(FINS) and  other glycolipid metabolic indexes were detected, and the homeostasis model
assessment of insulin resistance~(HOMA~-IR) was calculated. The correlation between obesity indexes and the level of glucose
and lipid metabolism was analyzed; and the predictive value of obesity indexes for abnormal glycolipid metabolism in patients
with PCOS was evaluated..” Results The above obesity indexes were all positively correlated with TG, TC, ApoB, ApoB/ApoAT,
FPG, FINS and HOMA=IR_ (all P<0.05), while negatively correlated with HDL-C and ApoA1 (all P<0.05). Moreover, WHR was
positively correlated with'LDL-C(P<0.05). Waist circumference had the highest predictive value for TG abnormalities, and its area
under curve (AUC), cut-off value, sensitivity and specificity are 0.606, 85.5cm, 0.677 and 0.484, respectively. WHR had predictive
value for TC, with AUC, cut-off value, sensitivity and specificity of 0.606, 0.87, 0.675 and 0.463, respectively. BMI, WC and WHtR
had predictive value for HDL-C, among those indexes BMI had the highest predictive value, with AUC, cut-off value, sensitivity
and specificity of 0.707, 26.65kg/m? 0.339 and 0.706, respectively. The predictive values of four obesity indexes for LDL-C from
high to low in order were WC, WHtR, WHR and BMI. The AUC, cut-off value, sensitivity and specificity of WC were 0.580, 79.5cm,
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0.790 and 0.625, respectively. BMI had the highest predictive value for ApoB, ApoB/ApoA1, FPG, FINS and HOMA-IR, with AUC

of 0.667, 0.660, 0.741, 0.812 and 0.863, respectively.

Conclusion Obesity indexes have certain predictive value for abnormal

glycolipid metabolism in patients of PCOS, and BMI and waist circumference have higher predictive value.

[ Keywords ] Polycystic ovary syndrome  Abnormal glycolipid metabolism Obesity index
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HOMA-IR 2 IFAH54 (3 P<0.05),5 HDL-C  ApoA 15
FAF (¥ P<0.05), WHR 5 TG .TC .LDL-C.ApoB
ApoB/ApoAl ,FPG . FINS \HOMA -IR £ IF A 6() P<
0.05), 5 HDL-C.ApoAl 2 HAHIE(H P<0.05), WK1,

R 1 EHEAR SRR TR ROARSCE (- ()

VRN E L BMI(kg/m?) TR Cem) WHR WHIR
TG (mmol/L) 0.112" 0.171° 0.213" 0.159°
TC(mmol/L) 0.116" 0.133" 0.180" 0.125°
HDL-C(mmol/L.) -0.245" -0.248° -0.245 -0.253"
LDL~C(mmol/L) 0.060 0.091 0.116" 0.096
ApoAl(g/L) -0.177" -0.183" -0.148" -0.174"
ApoB(g/L) 0.245" 0.247" 0.267 0.259°
ApoB/ ApoAl 0.218" 0.026° 0.257° 0.234°
FPG(mmol/L) 0.489" 0.419" 0.324° 0.424°
FINS(pIU/ml) 0.452° 0.310° 0.231° 0.309°
HOMA=-IR 0.420" 0.347° 0.256 0.349°
. "P<0.05

22 BAEREFERRXT PCOS H BB IR I A H 4 (e
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®2 KNBHERX TG S A BN (B

NEJHE S bR AUC PH Cut—off fff REE 5 B
BMI(kg/m?) 0.589 0.005 2231 0.854 0.662
JEFl Cem) 0.606 0.003 85.50 0.677 0.484
WHR 0.586 0.014 0.86 0.615 0.467
WHIR 0.603 0.004 0.509 0.760 0.547

222 HNEREFEFRXT TC S8 B BUNAME  7E 4 UL
JEFE AR L AL WHR XF TC 5% A AR E (P<0.05),
H Cut—off fA . 7 R F Ry 5 5 4303l 0.87.0.675 .
0.463 ; HiAth 3 TFEHREITCHIANE (34 P >0.05).
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WIS 2019 5 41 5% 18 #

F* 3 HMEMEFERGT HDL-C 5% S8
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BMI(kg/m?) 0.707 0.004 26.65 0.339 0.706 BMI(kg/m?) 0.741 0.000 2475 0.846 0.396
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WHtR 0.577 0.025 0.487 0.829 0.671
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BMI(kg/m®) 0.669 0.000 26.23 0.551 0.276
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